Brain atrophy and neuronal degeneration of unknown etiology are frequent and severe concomitants of the systemic autoimmune disease lupus erythematosus (SLE). Using the murine MRL/lpr model, we examined populations of proliferative brain cells during the development of SLE-like disease and brain atrophy. The disease onset was associated with reduced expression of Ki67 and BrdU proliferation markers in the dorsal part of the rostral migratory stream, enhanced Fluoro Jade C staining in the subgranular zone of the dentate gyrus, and paradoxical increase in density of Ki67 
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Introduction
Systemic autoimmune disease lupus erythematosus (SLE) is frequently accompanied by neurologic and psychiatric complications (Bosma et al., 2002) . Brain imaging reveals lesions in the periventricular and subcortical white matter (Jennings et al., 2004) , hypoperfusion (Handa et al., 2003) , and regional metabolic abnormalities (Appenzeller et al., 2006) . The damaged blood-brain barrier (Abbott et al., 2003) , brain atrophy, and ventricular enlargement (Kozora et al., 1998; Waterloo et al., 1999) further suggest that SLE progression induces a widespread neuronal loss by unknown pathogenic mechanisms (Sibbitt et al., 1994) . One possibility is that the autoimmune process reduces the viability of both young and mature neurons. This lack of selectivity was shown in studies where autoimmune CSF was cytotoxic to a C17.2 neural stem cell line, neurospheres from MRL/lpr and healthy strain of mice, rat retinal neurons (Sakic et al., 2005b) , and neurons in primary hippocampal co-culture (Maric et al., 2001) . Consistent with the notion of neurotoxic immunoglobulins (DeGiorgio et al., 2001) , MRL mice produce antibodies to the general cell proliferation marker Ki67 (Bloch et al., 1995; Scholzen and Gerdes, 2000) . Conversely, one may expect that hyperbasophilic cells in the SGZ (Ballok et al., 2006 ) reflect a reparative mechanism triggered in response to hippocampal injury (Darsalia et al., 2005; Danilov et al., 2006) . Taken together, the above evidence led to an expectation of significant changes in the major neurogenic regions at the onset of SLE-like disease. A recent study reported increased proliferative activity in SVZ of adult MRL +/+ mice (Baker et al., 2006) . Given that MRL +/+ and MRL/lpr mice share more than 99.9% of their genome (Theofilopoulos, 1992) , the comparison of their germinal centers can provide insight into how systemic auto-
